Registrars' Meeting
Case 1 Woman aged 20 History: Referred from an ophthalmic clinic at 19 weeks of pregnancy with blurring of vision and found to have bilateral retinal detachment; blood pressure 240/140 mmHg. Similar hypertension had complicated her first pregnancy which had terminated in an induction of labour at 33 weeks resulting in the delivery of a premature infant which died. The patient had then taken an oral contraceptive for 18 months. Conception subsequently occurred. In view of her history, antenatal supervision was strict. Her blood pressure was normal until 2 weeks before admission.
On examination: Findings compatible with 19 weeks of amenorrhoea; the feetal heart was detected by a Sonicaid. Ecchymoses on her arms and legs.
Investigations: A phentolamine test was carried out to exclude phaeochromocytoma. The hypertension was treated by intravenous methyldopa supplemented by intramuscular reserpine. Initial treatment with diazepam and hydrallazine was unsuccessful. Hematological investigations revealed the following: anemia, leukocytosis, thrombocytopenia, reticulocytosis, hyperbilirubinxmia, red cell fragmentation and increased fibrin degradation products. A diagnosis of microangiopathic h.molytic anaemia was made.
Treatment and progress: She was treated with blood transfusion and intravenous heparin 3000 units six-hourly. However, the faetus died and labour was induced by Syntocinon. After 4 hours a stillborn feetus was delivered. The antihypertensive and anticoagulant therapy was continued. The patient improved hiematologically and her blood pressure returned to normal. After 6 days both treatments were discontinued. Hypertension recurred and methyldopa was recommenced. Three months later the patient remained hypertensive despite therapy.
Case 2 Woman aged 32 History: Referred because of continuing primary post-partum hemorrhage which followed premature labour and an uneventful delivery at 35 weeks of pregnancy. The placenta was readily expelled and appeared complete. Bleeding continued, requiring injections of ergometrine, a Syntocinon drip and a transfusion of 2 units of fresh blood. A further period of bleeding occurred prior to referral.
On examination: The patient was icteric. Ecchymoses on arms, legs and at venepuncture sites. No hepatosplenomegaly, anaemia or evidence of peripheral vascular collapse. Blood pressure 120/90 mmHg (previously it had been 160/105 mmHg); her two previous pregnancies had been complicated by preeclampsia.
Investigations: Thrombocytopenia, fibrinogenopenia, hyperbilirubinmmia and increased fibrin degradation products present.
Treatment and progress: Initially the patient was well and no active therapy was instituted. Twentyfour hours later there was no clinical deterioration. However, red cell fragmentation developed and a rising plasma haemoglobin was detected, therefore the diagnosis of microangiopathic himolytic an2emia was made. The blood pressure remained static, the urinary output was normal and bleeding did not increase. Conservative management was continued and 14 days later the jaundice abated and the coagulation system returned to normal.
Comment
Microangiopathic haemolytic anemia is a term used by Brain et al. (1962) to indicate the possible role of altered blood vessels in the pathogenesis of himolysis. Furthermore, Brain et al. (1967) have shown that the red cell participates in the development of the vascular thrombi in the generalized Schwartzmann reaction, produced by endotoxin or thrombin infusion. In malignant hypertension and in some cases of eclampsia there may be abnormalities of the blood vessels. A stimulus may be derived from the placenta which activates procoagulant factors to permit the formation of thrombin and induce disseminated intravascular coagulation and fibrin deposition, resulting in fragmentation ofred cells and heemolysis. Heparin has been shown to be of benefit as in one of the cases reported. The patient was a 39-year-old primigravida who had a strong family history of hypertension but was known to have been normotensive in 1966 and 1969. Her pregnancy progressed normally until 26 weeks when she complained of epigastric pain and vomiting; blood pressure was normal and there was no cedema, proteinuria or abnormal physical signs. There was no response to treatment with antacids and anti-emetics. At 27 weeks she had an eclamptic fit at home and was admitted.
On admission: On arrival she had another major convulsion. Imnmediately afterwards she was semi- conscious, blood pressure 190/120 mmHg; there was a trace of protein in the urine but no cedema. After treatment with intravenous hydrallazine and diazepam no further fits occurred and the blood pressure returned to normal levels. The patient aborted 6 hours after admission; generalized cedema then developed and proteinuria increased to 3 g in 24 h but the blood pressure remained normal. Good urinary output was maintained throughout. Three days later the blood pressure rose to 180/110 mmHg; this responded to intravenous hydrallazine. Therapy with oral methyldopa was begun and the blood pressure remained at satisfactory levels. The patient was discharged home on the thirteenth day on methyldopa; 22 weeks later 250 mg methyldopa t.d.s. was still required to control hypertension.
Investigations: On admission: anxmia, reticulocytosis and thrombocytopenia present. Serum fibrin degradation products (FDP) elevated (Fig  1) . Blood film showed changes consistent with microangiopathic anaemia (Fig 2) . Renal function moderately severely impaired: blood urea 103 mg/100 mnl, creatinine clearance 32 ml/min, 3 g protein were excreted in the urine in 24 hours, urinary FDPs present in a dilution of 1 in 2048. Serum enzymes and other liver function tests suggested mild impairment of liver function.
Retinal hemorrhages were noted on the third day after the convulsions and were attributed to the episodes of hypertension. The optic discs were normal. Progress: Clinical recovery was accompanied by a return of biochemical and hmmatological para-
